Discussion:
Diagnosing APS is not always easy. It requires a combination of clinical findings (vascular thrombosis or pregnancy morbidity) and laboratory criteria. Current laboratory criteria for APS require two positive tests of either lupus anticoagulant and/or anticardiolipin antibodies at least 12 weeks apart 7 . Recently, anti-²-2 glycoprotein-1 antibodies have been added to the diagnostic criteria by an international group of experts 4 . It is difficult to test for and interpret the results of screens for aPL antibodies as there is heterogeneity of aPL antibodies between individuals and there is a lack of national and international standardisation of the assays.
There are a number of assays to diagnose lupus anticoagulant. We have used the dilute Russell viper venom and activated partial thromboplastin time assays. The principle of the lupus anticoagulant assays is that phospholipid is required for coagulation to proceed, and so in the presence of an aPL antibody, the phospholipid clotting time is prolonged because of the aPL antibody binding the phospholipid. The second stage is to add excess phospholipid (usually platelet extract), which removes the aPL antibodies and shortens the clotting time 8 . Anticoagulation interferes with the lupus anticoagulant making the results difficult to interpret unless specific assays are used. If a patient is taking oral anticoagulation, our practice is to switch them to low molecular weight (LMW) heparin for 2 weeks and then omit the LMW heparin for 24 h prior to the test. Initially negative tests do not exclude aPL antibodies, and we would suggest that the test is repeated on two occasions before the diagnosis is formally excluded. It is important to perform two sets of tests separated by 12 weeks because aPL antibodies can become transiently positive, and this is not associated with thrombotic risk.
After MI, up to 15% of patients have aPL antibodies compared with around 4.4% in a control population 1, 9 . In addition, some authors 3, 10 have found that aPL antibodies after MI are a risk factor for recurrent events, although these results have not been verified by others 11, 12 . In addition, anticardiolipin antibodies in healthy men have been shown to confer a twofold increased relative risk for MI 2 .
There are probably three relationships between aPL antibodies and coronary artery disease: first, aPL antibodies can cause thrombosis in normal vessels; secondly, they may be associated with accelerated atherosclerosis; and lastly, in some individuals transient aPL antibodies may arise at the time of MI because of vascular injury and exposure of neoantigens. Whether an aPL antibodies can be induced in response to the tissue necrosis that occurs during MI remains uncertain 13 .
In this patient, it is likely that the patient had thrombosis caused by primary APS. All the patients who had repeat testing had persisting aPL antibodies making the aPL antibodies unlikely to be the result of a transient phenomenon secondary to vascular injury. In contrast, aPL antibodies arising after MI in patients with significant coronary artery disease are most likely to be transient.
